Enhancement of myocardial damage and alteration of lymphocyte subsets in murine model of postpartum myocarditis.
Acute viral myocarditis is considered to be one of the pathogenetic mechanisms for postpartum cardiomyopathy. In this study we examined the severity of viral myocarditis in postpartum mice infected 24 h after delivery. Although there were no differences in survival rate between postpartum mice and nonpregnant infected mice (control), the severities of myocardial damage in the postpartum mice was significantly greater than that in control mice (area of cell infiltration; 12.9 +/- 3.8 vs. 7.3 +/- 4.0%, p < 0.05 and necrosis; 49.7 +/- 10.9 vs. 30.2 +/- 7.1%, p < 0.05), and the dilatation of left ventricle was more prominent in postpartum mice both on acute and subacute phases. These results show that myocardial damage due to viral infection is enhanced in postpartum state when infected soon after delivery. Moreover the histopathological features of the myocarditis in the subacute phase is similar to that seen with dilated cardiomyopathy. Although there was no change in T cell subsets of peripheral blood between two groups, the percentages of L3T4+ (helper/inducer) cells and asialo GM1+ (NK) cells in the heart were statistically greater in postpartum mice than in control mice (L3T4+ cells; 8.7 +/- 0.4 vs. 6.1 +/- 2.0, p < 0.05 and asialo GM1+ cells; 7.8 +/- 0.9 vs. 5.8 +/- 0.9, p < 0.05). However, this increase was obviously smaller than amount of the percentage of Lyt2+ (suppressor/inducer) cells. Thus, it is unclear whether this change of T cell subsets is associated with the development of myocarditis.